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INTENDED LEARNING ass elias | 
(ILO) 


By the end of this lecture the student 


will be able to: 
1. Identify the advantages and 
disadvantages of antacids. 


2. Compare between the Mucosal 
protectives in mechanism of action and 
adverse effects 


3. Identify H.pylori eradication regimens 
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Regulation Of Gastric Acid 
Secretion 


A)Antisecretory 
Drugs. 


B)Antacids. 


B) Antacids 


Antacids 


* Weak bases that react with gastric acid to form water 
and a salt, thereby diminishing gastric dcidity >> 
peptic activity 


(pepsin is inactive at a 
pH > 4). 


* Commonly used antacids are: 


- Salts of aluminum and magnesium [ Al(OH), or 
Mg(OH), ] 


- Calcium carbonate. 
- Sodium Bicarbonate ----- Systemic absorption 


Sodium 
bicarbonate 


(NaHCO3) 


Advantages: 
Rapid onset 


Disadvantages: 
1.Short 


duration 
2.C02 release 

[rebound 

acidity 


Antacids 


e Systemic Antacids (NaHCO5) — Soluble & Absorbable from the gut > Systemic Alkalosis. 
+ Local Antacids (Others) > Insoluble & Not Absorbed from the gut > No Systemic Alkalosis 


Mg oxide & Alumenium 


Calcium 
carbonate hydroxide 
(CaCO3) 
1- Rapid onset 1.Long 1. 
2- Long duration 
duration 2.No CO, 2. 
release 


1- CO2 release: 
- Distension 


Discomfort 
[rebound 


3. No alkalosis 3. 
4. 


hydroxide gel 


Long 
duration 

No CO, 
release 

No alkalosis 
Very 
effective: 
- Chemically 
- Physically > 
gel 


the kidneys so 
(renal 


Both Mg & Al. are excreted by 


Insufficiency should not 
take these agents for long term 


patients with 
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Antacids 
Adverse effects 


1) Aluminum hydroxide (constipating) 


magnesium hydroxide (diarrhea). 
Preparations that combine these agents 


aid in normalizing bowel function. 


2) Hypophosphatemia due to binding 
of 


Antacid 
Adverse effects (cont.) 


3) Sodium bicarbonate — systemic alkalosis 


> belching and 
flatulence. 


(liberates CO2) 


4) Absorption of the cations from antacids 
(Mg2*, Al3*, Ca2t): 
* is a problem in patients with impaired renal 
function. 
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Mucosal protective ` 
agents 


Mucosal protective 
agents 

1) Prostaglandins. 

2) Sucralfate. 

3) Colloidal bismuth. 

4) Carbenoxolone 

(liquroice) 


C) Mucosal Protectives Enhancement of 


Prostaglandin| Sucralfate Colloidal | Carbenoxolon 
S bisthmus e (from 


Sulfated : É 
Misoprostol Sas AU Liquorice) 


Synthetic analogue Alum 
hydroxide 


of PGE, 


Mechanism: 


1- ] Mucus 1- 7 Mucous 1- T mucuous 1- T mucuous 
secretion secretion secretion secretion 
2- [] HCO 2- T PGs 2- T PGs 2- 1 PGs 
ieee secretion secretion secretion 

secretion. 3- | Pepsin 3- | Pepsin 
3- [] HCI secretion |secretion secretion 

(Anti- 4- Coating the 4- Coating the 
Secretory). ulcer forms ulcer 
4- Promotes complex les Ee 

i mucus|] physica 
AO ok barrier 5- Bactericidal 

ulcer. _ | 5- 1 HCO, against 
5- Prevent gastric |secretion H. pylori 
ulcer N.B: 

induced by - Requires acid 
NSAID. pH, so 


not given with 
=ntacids or H? 


1) Prostaglandins 


+ Prostaglandin E produced by the gastric 
mucosa has: 
1. Antisecretory Effect: HCI secretion 


2. Cytoprotective Effect: mucus & bicarbonate 
secret. 


° Misoprostol a stable analog of PGE] 6 
approved for: Prevention of 
NSAIDs-induced gastric ulcers. 


+ It is less effective than H, antagonists and the 
PPls for acute treatment of peptic ulcers. 


° Prophylactic use of Misoprostol in 
patients at high risk of NSAID-induced 
ulcers: elderly or patients 
with ulcer complications 


* Adverse effects: 
- Dose-related diarrhea and 
nausea. 
- Contraindicated during 
pregnancy. 
(Oxvtocic ----- abortion) 


2) Sucralfate 


* Complex of : 
Sulfated sucrose + Aluminum hydroxide 


activated in presence of acid > forms complex gels wt 
mucus 


> adheres to mucus membran € ulcer floor>= physica 
barrier 


Which: 

* Impairs diffusion of HCI. 

j T degradation of mucus by pepsin & 
acid. 

* Stimulates PG release , mucus and bicarbonate 
output 


* Sucralfate effectively heals duodenal ulcers 
and prevent their recurrence (by long-term 
maintenance therapy) 1 g/6 hrs orally before 
meals by 1 hr 


Sucralfate should not be 
administered with H, antagonists or 
antacids: 


As it requires an acidic pH for 
activation 


* It is very well tolerated, but it can 
interfere with the absorption of other 


3) Colloidal Bismuth 


This compound effectively heal peptic 
ulcers 
Due to: 


- Antimicrobial action (bactericidal against 
H. pylori). 


- oat And Protect IT ulcer crater 
(binds with glycoproteins iM necrotic mucosal 
tissue) 


- PG & mucus secretion pepsin 
activity. 


4) Carbenoxolone 


(liguroice) 
It act as cytoprotective compound as 


Increases secretion of mucus & PGS 
release. 
BUT it has an Aldosteront-like action: 
1- Na € H,O retention --- edema & 
HF ,hypertension. 
2- Hypokalemia > digitalis toxicity 


* So Add diuretic( Thiazide & NOT 


Spironolactone ) 
Spironolactone # its ulcer healing effect. 


Eradicating the H. pylori 
infection 


* Eradication of H.Pylori for a 2 week 
course 


- rapid healing of active peptic ulcers. 
Tri hal gh. 
PPI + Clarithromycin + Amoxycillin 


or + Metronidazole (if allergy to as 


Quadruple therapy therapy consists of: 


PPI + Bismuth compounds + Metronidazole + Tetra 


PPI [Twice daily orally for 2 WKs 
continued once daily for 4-8 WKs 


Management of peptic ulcer 


Management of peptic ulcer 


l- Rest: 
Mental & Physical: only in presence of 
complications. 


IL Diet: small frequent meals 
Avoid: 
Excessive intake of milk. 
Heavy meals. 
Stomachics and agents which gastric secretion 
Smoking. 


A- Active ulcer + H pylori infection 


Antimicrobials + Antisecretory 


a) For eradication of H pylori: 
Double antimicrobial therapy for 2 weeks. 


Clarithromycin + 
Amoxicillin 
500 mg twice /day orally 1 gm twice / day 
orally. 
OR + 


Metronidazole 

500 mg twice / 
day orally. 
b) Anti-secretary Drug : 


Proton pump inhibitor twice / day orally for 2 
weeks 


B) Active ulcer with No H pylori 
infection 
EITHER 


- H, blockers e.g. Ranitidine 
OR 
- Proton Pump Inhibitor e.g. Omeprazole 


For 4 weeks in duodenal ulcer and 8 weeks in 
gastric ulcer. 


C) Prevention of relapse 
(Recurrence ): 


therapy given for 6 months (half dose)_ 


Prevention of relapse 
(Recurrence ) 


Prevention of Recurrence = Maintenance for 6 
months 


1- H2-Blockers: 1/2 the dose at bed time for 6 


months 

- Cimetidine 400 mg. - Ranitidine 150 
mg. 

- Nizatidine 150 mg. - Famotidine 20 mg. 


OR 


Proton pump inhibitor 30 minutes before 
breakfast 
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